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[ Abstract] Chronic thromboembolic pulmonary hypertension( CTEPH) is considered to be a long-term complication of acute pulmonary
thromboembolism. However, studies have shown that some patients diagnosed with CTEPH have no history of symptomatic pulmonary
thromboembolism , suggesting that pulmonary thromboembolism is not the sole cause of CTEPH. Despite the extensive progress in recent
research on pulmonary hypertension, the lack of relevant studies on the pathophysiology of CTEPH leaves many challenges of comprehensive
treatment for these patients and their prognosis remains poor. Thus, developing reasonable and reliable animal models to reveal the
pathogenesis of CTEPH is critical for elucidating its development, conducting relevant drug therapy studies, and developing effective
intervention strategies. Based on the progress of recent research, this article will give a brief introduction and evaluation of different CTEPH
experimental animal models.
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